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a b s t r a c t
A rare case of biventricular thrombi complicating acute myocardial infarction detected
during echocardiography is described.
# 2016 Cardiological Society of India. Published by Elsevier B.V. This is an open access
article under the CCBY-NC-ND license (http://creativecommons.org/licenses/by-nc-nd/4.0/).1. IntroductionVentricular thrombus, a potentially life-threatening condition,
can complicate acute myocardial infarction. The detection of
biventricular mural thrombi is rare during routine echocardi-
ography, although this imaging modality is a valuable tool for
their diagnosis.
2. Case reportA34-year-oldmalewas admittedwith complaints of shortness
of breath and sub-sternal chest pain for three days. He had no
conventional risk factors such as family history of coronary* Corresponding author.
E-mail address: anisabarupal@yahoo.com (A. Baroopal).
http://dx.doi.org/10.1016/j.ihj.2016.02.020
0019-4832/# 2016 Cardiological Society of India. Published by Elsevier
(http://creativecommons.org/licenses/by-nc-nd/4.0/).artery disease, smoking, diabetes mellitus, hyperlipidemia,
and hypertension. On examination, his pulse was 66/min and
blood pressurewas 100/70 mmofmercury. A third heart sound
was audible at apex and crepitations were heard over both
lower lung ﬁelds but edema feet were absent. Laboratory
ﬁnding revealed neutrophilic leucocytosis with total platelet
count of 252,000/mL, normal liver function test, normal renal
function test, serum T3 level of 111.54 ng/dl, serum T4 level of
8.65 mg/dl, serum TSH level of 3.54 mIU/ml, serum homocyste-
ine level of 8.96 mmol/L (normal range 5.46–16.20 mmol/L), high
sensitivity C reactive protein level of 24.7 mg/L, IgM antipho-
spholipid antibody level in serum of 3.2 U/ml (normal range
<12 U/ml), IgM cardiolipin antibody level in serumof 0.88 U/ml
(normal <12 U/ml), IgG cardiolipin antibody level in serum of
2.4 U/ml (normal <12 U/ml), negative IFA, HEP-2 antinuclearB.V. This is an open access article under the CC BY-NC-ND license
[(Fig._2)TD$FIG]
Fig. 2 – Two-dimensional transthoracic echocardiographic
apical four-chamber view after resolution of biventricular
thrombi.
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cardiogram revealed ST segment elevation in II, III and aVF and
ST segment depression in V4, V5, and V6 with normal QT
interval. Echocardiogram was performed which revealed right
ventricular hypokinesia, global left ventricular hypokinesia
more in inferiorwall, trivial tricuspid regurgitation,mildmitral
regurgitation, and severe left ventricular systolic dysfunction
with left ventricular ejection fraction of 20%. Diagnosis of
acute right ventricular and inferior wall myocardial infarction
was made but thrombolytic therapy was not given due to
delayed presentation and the patient was managed conserva-
tively along with enoxaparin in therapeutic dose of 1 mg/kg
subcutaneously twice a day. As the patient was in left
ventricular failure, a repeat echocardiogram was performed
after two days which revealed global hypokinesia more in
inferior wall with left ventricular ejection fraction of 20% along
with biventricular thrombi of size 34 mm  24 mm in left
ventricle and 26 mm  16 mm thrombus in right ventricle.
Both thrombiwere highly echogenic, acoustically distinct from
underlying myocardium, immobile as shown in apical four-
chamber view (Fig. 1) and in Movie. Enoxaparin was then
bridged to nicoumalone oral anticoagulant. The patient
refused for intervention and was discharged after seven days
with target international normalized ratio (INR) between 2 and
3. The patient was reviewed after three weeks with marked
improvement in general condition. A repeat echocardiogram
was performed which revealed normal right ventricular
function, hypokinesia in inferior wall, improved left ventricu-
lar function with left ventricular ejection fraction of 30%, and
complete resolution of both left ventricular and right ventric-
ular thrombi as shown in apical four chamber view (Fig. 2).
Then the patient underwent coronary angiography, which
revealed single vessel disease with 80% mid right coronary
artery lesion. The patient refused for angioplasty and
discharged on drug treatment.
SupplementaryMovie related to this article can be found, in
the online version, at doi:10.1016/j.ihj.2016.02.020.[(Fig._1)TD$FIG]
Fig. 1 – Two-dimensional transthoracic echocardiographic
apical four-chamber view showing biventricular thrombi.3. DiscussionIsolated left ventricular or right ventricular thrombus formation
is awell-described complication of acutemyocardial infarction.
Biventricular thrombi complicating acutemyocardial infarction
are rare and Friedman et al.1 for the ﬁrst time reported the
presence of biventricular thrombi on echocardiography follow-
ing acute myocardial infarction. In view of the diagnostic
uncertainty, Keeble et al.2 demonstrated biventricular apical
thrombi by contrast-enhanced cardiac MRI following anteroa-
pical STEMI and unsuccessful reperfusion therapy. Biventricu-
lar thrombi are generally seen in patientswith a pro thrombotic
state like anti-phospholipid antibody syndrome, heparin
induced thrombocytopenia induced thrombosis, hypereosino-
philic syndrome.3 Cases of biventricular thrombi in association
with peripartum cardiomyopathy,4,5 nonischemic cardiomyop-
athy,3 dilated cardiomyopathy,6 myocarditis,7,8 and human
immunodeﬁciency virus infection induced dilated cardiomyop-
athy9 were reported. The proposed mechanism responsible for
global hypokinesia of left ventricle in our case was myocardial
stunning ‘‘the transient left ventricular dysfunction that
persists after reperfusion, despite the absence of irreversible
damage and despite restoration of normal or near-normal
coronaryﬂow’’.10,11TheRCAwassuperdominant in thispatient.
Wespeculate that in thepresent case, blood stasis due to severe
biventriculardysfunction leads to the formationofbiventricular
thrombi.Furthermore, the thrombi resolvedafter threeweeksof
adequate anticoagulation with improved biventricular func-
tion. Daily careful echocardiographic evaluation is beneﬁcial
in management of acute myocardial infarction till discharge of
the patient, as we did in our patient.
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